untreated patients with cystic fibrosis at any age. It is more stable than trypsin in the faeces and less likely to result in false low values. Faecal collections for fat estimation are difficult but are essential if malabsorption of fat is to be proved. The diagnosis should be questioned if the faecal fat output is normal. Estimation of the concentrations of fat soluble vitamins is another useful indirect method of indicating the presence of a gastrointestinal lesion. In a previous study 28 of 30 children with cystic fibrosis who were not receiving vitamin E supplements had plasma concentrations more than two standard deviations below the control mean. 4 In virtually all children with cystic fibrosis over the age of five years the pancreas looks abnormal on ultrasonography.
Although 5-10% of patients with cystic fibrosis do not have clinical pancreatic dysfunction, 5-10% have mild and 85% have severe pancreatic disease.5 The fact that the pancreatic function tests, although indirect, were normal in our patients is strong evidence against a gastrointestinal lesion and therefore the diagnosis of cystic fibrosis.
The most common diagnostic error is the uncritical acceptance of an abnormal sweat test. It is important that this test is performed by a laboratory used to carrying out the investigation and that the results are interpreted correctly in the light of the patient's age, clinical findings, and additional investigations. It is also important to analyse the chloride as well as the sodium content of the sweat, as in patients with cystic fibrosis whose sweat electrolytes are equivocal (50-70 mmolI1) the chloride concentration is usually higher than the sodium concentration, whereas in normal subjects the reverse is the case. 6 The We report the case of a neonate with an aneurysm that was successfully occluded using Gianturco coils.5 Cerebral blood flow, cardiac output, and flow within the aneurysm were measured before and after treatment using pulsed Doppler ultrasonography.
Case report
A baby girl born at term weighing 2800 g developed congestive heart failure on the third day. Clinically she had an active praecordium, prominent pulsation of the neck vessels and a faint bruit over the anterior fontanelle. Two dimensional echocardiography showed a structurally normal heart with dilatation of the ascending aorta and of the superior vena cava. Cerebral ultrasound examination showed an aneurysm of the vein of Galen that was seen as a large echo free space, 2 cmx2 cm, lying centrally and posterior to the third ventricle. Turbulent blood flow within the defect was detected by pulsed Doppler ultrasonography. Aortic arch angiography and computed tomography scanning with contrast confirmed the diagnosis (figure). Her congestive heart failure was partially controlled by digoxin and diuretics. Subsequently embolisation with Gianturco occluding emboli5 was carried out by retrograde insertion of the coils through an occipital burr hole, along the straight sinus, and into the aneurysm. These helical stainless steel coils are 5 cm long with thrombogenic Dacron wool filaments embedded along a 4 cm length from the distal tip and are designed for arterial occlusion. This procedure took place in two steps: initially 15 coils were placed in the aneurysm at the age of 18 days, and three weeks later a further nine coils were inserted to occlude the aneurysm completely.
Postoperatively her clinical recovery was rapid, the cranial bruit disappeared, and medical treatment for the heart failure was stopped. After embolisation pulsed Doppler ultrasound examination showed the absence of flow within the aneurysm suggesting occlusion of the defect. At the age of 21 months she seemed to be developing normally, her head circumference growing along the 50th centile. Repeat ultrasound scans showed no cerebral ventricular dilatation.
Cerebral blood flow was estimated by Doppler ultrasound before and after embolisation (table) using peak systolic velocity and area under the curve in the pericallosal and internal carotid arteries. Cardiac output from the ascending aorta was also measured using pulsed Doppler ultrasonography before and after treatment. After treatment there was a substantial reduction in flow through the internal carotid arteries feeding the arteriovenous malformation and increased flow in the pericallosal arteries. After embolisation the cardiac output fell by 41% from 495 ml/kg/minute to 291 ml/kg/minute. 
